Despite the remarkable progress in intensive care medicine, sepsis and shock continue to be major clinical problems in intensive care units. Septic shock may be associated with a toxic state initiated by the stimulation of monocytes by bacterial toxins such as endotoxin, which is released into the bloodstream. This study describes the role of oxidative stress in endotoxin-induced metabolic disorders. We demonstrate that endotoxin injection results in lipid peroxide formation and membrane injury in experimental animals, causing decreased levels of free radical scavengers or quenchers. Interestingly, it was also suggested that tumor necrosis factor (TNF) induced oxidative stress occurs as a result of bacterial or endotoxin translocation under conditions of reduced reticuloendothelial system function in various disease states. In addition, we suggest that intracellular Ca 2＋ , Zn 2＋ , or selenium levels may participate, at least in part, in the oxidative stress during endotoxemia. On the other hand, it is also suggested that the extent of endotoxin-induced nitric oxide (NO) formation may be due, at least in part, to a change in heme metabolic regulation during endotoxemia. However, in our experimental model, NO is not crucial for lipid peroxide formation during endotoxemia. Sho-saiko-to is one of the most frequently prescribed Kampo medicines and has primarily been used to treat chronic hepatitis. We report that Sho-saikoto decreases the rh TNF induced lethality in galactosamine-hypersensitized mice and protects mice against oxygen toxicity and Ca 2＋ overload in the cytoplasm or mitochondria during endotoxemia. We further suggest that Sho-saiko-to shows a suppressive eŠect on NO generation in macrophages stimulated with endotoxin and that it may be useful in improving endotoxin shock symptoms.
Rats were fed the Zn 2＋ -deˆcient diet for 8 weeks, and were then injected with endotoxin (6 mg/kg i.p.). Lipid peroxide and metallothionein levels were determined as described in Materials and Methods. A: Zn 2＋ -adequate diet (Control), B: endotoxin/Zn 2＋ -adequate diet, C: endotoxin/Zn 2＋ -deˆcient diet, D: Zn 2＋ -deˆcient diet. Data are results fromˆve experiments and each value represents the mean  S.E. forˆve rats per group.  p＜0.05, compared to endotoxin/Zn 2＋ -adequate diet group. 
ジー様培養細胞（J774A.1）の cytotoxicity に対し ても AG の影響はほとんど認められなかった（Fig. Mice were pretreated with TJ-9 (500 mg/kg/d, p.o.). The pooled serum was obtained from 10 mice pretreated, with TJ-9. Control serum was obtained from TJ-9-non-treated 10 mice. Cells (1×10 6 cells/well) were incubated with combinations of endotoxin/rhTNF and TJ-9-pretreated serum (10-100 ml). Nitrite accumulation in the culture medium was determined as described in Materials and Methods. Each bar represents the mean  S.E. of 3 experiments. None: unstimulated. J774A.1 cells, LPS: endotoxin (1 mg/ml). rhTNF: recombinant human tumor necrosis factor(1×10 4 units/ml), Control: TJ-9-non-treated serum. TJ-9: Shosaiko-to (500 mg/kg/d, p.o.)-pretreated serum. a) p＜0.05, compared with LPS alone-treated group. b) p＜0.05, compared with rhTNF/LPS-treated group. c) p ＜0.05, compared with group treated with rhTNF/LPS plus control serum. 
